Autism spectrum disorders (ASD) are complex neurobiological disorders of development characterized by impairments in social interaction and communication, together with restricted, repetitive, and stereotyped interests/behavior. There has been a dramatic increase in the reported rates of ASD over the last 40 years which has risen in USA from 1 in 5000 in the mid-1970s to 1 in 88 in 2012. However, little is known about the underlying pathophysiological mechanisms and there is currently a lack of reliable biological markers to help in the diagnosis or monitoring of the changes in clinical definitions over time or in response to therapies. Currently, there are few effective treatments for ASD with most medication and behavioral therapies aimed at minimizing the symptomology. Although the knowledge base of ASD is rapidly growing as research examines more and varied aspects of these disorders, their complex nature makes it difficult to determine the causation or catalysts. There is probably no singular unique cause for these neurobehavioral disorders but a combination of genetic and environmental factors may be responsible for pathological changes in brain and immune, metabolic, and endocrine systems.
The present special issue collects reports related to the possible pathological mechanisms involved in ASD with special focus on classic autism and Rett syndrome (RTT). gain is partially mediated through a regulation of the redox balance. The other, by C. De Felice et al., shows that -3 PUFAs supplementation is able to partially rescue the acute phase response present in RTT. This last result is in line with the paper by A. Cortelazzo et al. where, through a proteomic approach, the authors were able to demonstrate the presence of a subclinical chronic inflammatory status related to the severity carried by the MECP2 gene mutation. Finally, again utilizing a proteomic approach, A. Cortelazzo et al. were able to compare the proteasome expression of classical RTT versus speech variant RTT in 2 sisters. They suggest that unique familial cases offer the opportunity to identify new protein patterns involved in the RTT phenotype expression.
Taken together, these publications offer new light on the pathophysiology of ASD and Rett syndrome and the potential to further investigate biological markers and possible therapeutic approaches.
